The activity of the adrenal cortex in the newborn has usually been studied biochemically or by the response to stimuli which are adequate in the adult (Bongiovanni, 1951; Heller, 1954) . Such investigations have been made on normal, healthy infants. The effect of systemic disease on the adrenal cortex of children, from birth to 15 years, has been studied morphologically by Stoner, Whiteley and Emery (1953) . Changes in the adrenal cortex of the foetus and newborn infant may be (a) specific, i.e., peculiar to the disease or injury suffered by the infant, such as the occurrence of haemopoietic foci in the adrenals in haemolytic disease, or (b) non-specific, i.e., not peculiar to the disease or injury suffered by the infant. The non-specific response is usually recognized by variations in the lipid content of the adult (definitive) zone of the cortex. This paper records an investigation into the nonspecific response to disease and injury of the definitive zone of the adrenal cortex in stillborn foetuses and infants dying during the first week of life.
Material and Metbods The material for the study of the non-specific response of the adrenal cortex consisted of a sample of 158 cases drawn from a pool of about 1,900 necropsies performed on stillborn foetuses and newborn infants. The sample was unselected except that macerated foetuses were excluded and none surviving seven days or more was included. The sections of the glands were stained routinely by haematoxylin and eosin and, for lipid, by Sudan IV and haemalum.
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Cortex. Although in adrenals of this age the definitive cortex cannot be divided into the three classical zones, yet there is an ill-defined architectural difference between the sub-capsular region and that adjacent to the foetal cortex. This difference is reflected in the lipid content of the definitive cortex, the outer (sub-capsular) third usually containing less lipid than the inner two-thirds during the first week of life. In the first place the lipid content of the two parts was assessed separately. It was then found that the changes in the outer third ran closely parallel to the changes in the inner two-thirds and thus the state of the definitive cortex could be assessed as a whole.
For the sake of brevity and clarity, and without prejudice to any other meaning, the following terminology was adopted. The cortex was consid to be 'resting' if it contained abundant sudanophilic droplets ( Fig. 1 Both in stillborn infants and in infants dying within six hours of birth the frequency of resting adrenals was essentially the sane as in the groups of 'pure' asphyxia and congenital anomalies. None of the infants dying between six and 72 hours after birth had resting glands, all showed diminution of adrenal cortical sudanophilia and two were exhausted. These differences are statistically significant (see Table 1 ). After three days four of 10 infants had resting glands. (1936a, 1936b) showed that in the mature rat full term.
the adrenal responds to noxious stimuli in the phase Dcision of the 'alarm' reaction by loss of lipid and increase Infants who suffered birth injury showed diminuin weight. In Fig. 7 Premaity. In the preceding analysis no consideration has been given to the effects ofprematurity, full-term and premature infants being grouped together. The adult cortex of live-born infants showed less sudanophilia in premature than in full-term infants (Fig. 8) (Selye, 1936a; 1936b) 
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Although the adrenal response of neonatal infants resembles the stress reaction described by Selye in adult rats there are a number of differences. The response to stress in rats affects the fasciculate zone (Greep and Deane, 1949 (Bergner and Deane, 1948) , and since we are considering the response of an immature adrenal, the comparison between the adult rat and the infant must not be pressed too far.
The infant adrenal appears to show no response to asphyxia in terms of changes in sudanophilia of the definitive cortex. Gruenwald (1951) (Wilson, Reardon and Murayama, 1948) , and thus asphyxia is not an adequate stimulus to set going the stress reaction. Wolman (1952) showed that the eosinophil response to A.C.T.H. was the same in premature as in full-term infants. Jailer, Wong and Engle (1951) The results of Stoner et al. (1953) 
